myelitis (21, 31). Several independent studies have shown that lymphoplasmacytic infiltrates 121
in the ventriculus and proventriculus are highly characteristic for PDD (42) and may therefore 122 be used to confirm a presumptive diagnosis of PDD by histopathological examination of 123 biopsy samples (14, 30) . 124
Initially, PDD was only reported in captive parrots in North America and Europe but since 125 then the disease has been diagnosed in psittacines worldwide (13). It is assumed that intensive 126 trading has contributed to spreading in the pet bird population (28). PDD has been reported in 127 more than 50 species of psittaciformes (8, 51, 81). African grey parrots, blue and gold 128 macaws, cockatoos and Amazon parrots seem to be most frequently affected (69) but, as 129
Gregory and colleagues pointed out, this may reflect a population bias rather than a species 130 predisposition (31). Interestingly, PDD does not seem to be restricted to psittacine birds. 131
Proventricular dilatation associated with a nonsuppurative encephalitis and ganglioneuritis 132 was reported in wild Canada geese (Branta Canadensis) (9) and cases of PDD-like clinical 133 and pathological findings were described in a canary (Serinus canaria), a greenfinch 134
(Carduelis chloris), a long-wattled umbrella bird (Cephalopterus penduliger), a bearded 135 barbet (Lybius dubius) (56) and a falcon (Falco peregrinus) (73). Suggestive lesions were also 136
reported in toucans, honey-creepers, weaver finches and roseate spoonbills (29) . 137
Prognosis of PDD affected birds is poor and a specific treatment is not available to date. Birds 138 can survive for months to years if treated symptomatically by feeding liquid or semisolid 139 diets, and by applying antimicrobials to control secondary infections (22, 28, 77) . Even 140 though the etiology of PDD was unclear until recently, isolation of affected birds was 141 recommended (31, 64). This suggestion was originally based on the observation of PDD 142 outbreaks in aviaries (57), the demonstration that PDD could be transmitted experimentally 143 (28), and the identification of viral particles in tissues and feces of birds affected by PDD. 144
First evidence for a viral etiology of PDD came from transmission electron microscopy 145 studies more than 20 years ago, demonstrating inclusion bodies and enveloped virus-like 146 particles of 30 to 250 nm in size in the myenteric plexus and celiac ganglion of affected birds 147 (51). This study and subsequent work (32, 33) proposed that a paramyxovirus might be the 148 causative agent of PDD. However, this assumption was not supported by serological studies 149 which failed to demonstrate paramyxovirus-specific antibodies in diseased birds (12, 28 Cutting edge technology that enables fast and unbiased searches for viruses in clinical 164 specimens was initially employed to identify avian bornaviruses. In a first study, RNA 165 extracted from parrots with PDD was hybridized to a pan-viral microarray that carried 166 multiple cDNA probes from known viruses. This screen yielded evidence for the presence of 167 a BDV-like virus in birds with PDD, which was confirmed by high throughput sequencing 168 (44). In a second independent study, RNA extracted from tissue of parrots with PDD was 169 reverse transcribed and directly subjected to high throughput sequencing followed by 170 searching for sequence similarities to known viruses. Again, genetic material with similarity 171 to BDV was identified (40). A limited epidemiological survey indicated that ABV was 172 present in many but not all parrots with PDD and that ABV was absent in healthy animals 173 (44). Subsequent studies from Europe yielded a similar picture: ABV was detected in most 174
but not all parrots with clinically suspected PDD (49, 62, 81). The significance of this latter 175 result is unclear: additional as yet undiscovered ABV strains with divergent genomes may 176 exist. Alternatively, PDD-like illness in parrots may be induced by ABV as well as by other 177 unrelated viruses that remain to be discovered. Currently, we are unable to distinguish 178 between these possibilities. 179
To date, at least five distinct ABV genotypes were discovered in psittacine birds (40, 44, 62, 180 81). Further, one additional distinct genotype of ABV was identified in a canary suffering 181 from PDD-like disease (82). Comparisons mostly based on incomplete genome sequences 182 indicate that ABV strains from psittacine birds exhibit 50-90% identity. The similarity of the 183 ABV strain from the canary is even less pronounced (Fig. 2) . Thus, the genetic variability of 184 ABV is much greater than the variability observed among BDV strains of mammals (15, 81, 185 82). The reasons for this striking difference remain unknown. If the above-discussed 186 assumption is correct that BDV is not transmitted among horses and sheep but rather is 187 
